The mother was a 29 year old primigravida. The girl was born at 35 weeks' gestation by emergency caesarean section due to breech presentation and maternal haemorrhage. The pregnancy had been uncomplicated except for an upper respiratory tract infection with fever in the last four weeks. The amniotic fluid was stained with meconium. The umbilical cord arterial pH was 7-29 and venous pH was 7 31. Apgar scores were 5, 9, and 9 at 1, 5, and 10 minutes. The infant was intubated due to increasing respiratory distress. The chest radiograph showed a totally opaque left lung, presumably due to atelectasis.
The first cases of symmetrical thalamic lesions in infants (STL) were reported in 1962 by Rosales and Riggs.' In the subsequent 28 years only 14 additional cases have been reported.2-9 Six cases of STL were seen at our hospital between 1982 and 1991. We would like to draw attention to this condition with particular emphasis on neonatal clinical presentation and findings on imaging. In this context we have preferred the term thalamic lesions, instead of the initial designation of thalamic degeneration used by Rosales and Riggs, to avoid the assumption of a progressive system degeneration.
Case reports
Relevant data of the published cases and our own observations are summarised in the table. The diagnosis was confirmed by postmortem examination in three of our cases; in the other three the diagnosis was based on typical clinical presentation and neuroradiological findings.
CASE 1
The mother was a 29 year old primigravida. The girl was born at 35 weeks' gestation by emergency caesarean section due to breech presentation and maternal haemorrhage. The pregnancy had been uncomplicated except for an upper respiratory tract infection with fever in the last four weeks. The amniotic fluid was stained with meconium. The umbilical cord arterial pH was 7-29 and venous pH was 7 31. Apgar scores were 5, 9, and 9 at 1, 5, and 10 minutes. The infant was intubated due to increasing respiratory distress. The chest radiograph showed a totally opaque left lung, presumably due to atelectasis.
Clinical findings
The birth weight was 1820 g (10th centile) and the head circumference was 30 5 cm (lOth-SOth centile). The infant made no spontaneous movements, there was pronounced spasticity with leg abduction, exaggerated tendon reflexes, and absent suck and swallow (fig 1) Findings on postmortem examination Severe gliosis with mineralised neurons and neuronal loss in both thalami, hypothalamus, corpus geniculatum mediale, dorsal pons, and medulla oblongata were found. There was mild oedema and interstitial emphysema of the lungs.
CASE 2
The mother was 28 years old and gravida two, para two. The pregnancy had been complicated by polyhydramnios (time of onset not documented). At 35 weeks' gestation an abnormal external fetal heart rate trace was noted but a repeat on the next day was normal. An amnioscopy was normal. The girl was born by spontaneous vaginal delivery at 37 weeks' gestation. The amniotic fluid was stained with meconium. The umbilical cord arterial pH was 7-26 and venous pH was 7-48. Apgar scores were 6, 8 and 9, at 1, 5, and 10 minutes.
Clinical findings
The birth weight was 3220 g (90th centile) and the head circumference was 35-2 cm (greater than 90th centile). Decreased spontaneous activity, hypotonia with hyperreflexia, and absent suck and swallow were noted. Gavage feeding was necessary. She had symmetrical but reduced facial movements, incomplete closure of the eyes, and an absent corneal reflex. She made no psychomotor progress and died unexpectedly after a respiratory arrest at 6 weeks of age.
Additional investigations
Cranial ultrasound on the second day of life demonstrated increased echogenicity in the region of the thalamus that was more distinct on the left side. Computed tomography on the sixth day showed diffuse subcortical hypodensities and irregular density of the thalami ( fig 2) . An EEG on the third day showed multifocal discharges but no seizures were observed. A metabolic screen (amino acids and organic acids) and TORCH serology were negative.
Findings on postmortem examination Mineralised neuronal necrosis bilaterally in the lateral thalamus, diffuse gliosis of the cortex, and severe aspiration pneumonia were found.
CASE 3
The mother was 41 years old and gravida three, para one. She had had two previous spontaneous first trimester abortions. Because of maternal age, the boy was born by elective caesarean section at 39 weeks' gestation after an uncomplicated pregnancy. The Apgar scores were 9, 9, and 9 at 1, 5, and 10 minutes. At 24 hours of life severe hypoglycaemia occurred and was treated with glucose infusion. The mother was 31 years old and gravida four, para four. She had Hodgkin's disease and had been treated with chemotherapy and radiotherapy five years before this pregnancy. She had three healthy children. The mother was 31 years old and gravida five, para four. At 35 weeks' gestation she noted absent fetal movements and feared that the fetus was dead. Auscultation of fetal heart rate was normal; fetal heart rate monitoring and sonography were not done. An ultrasound investigation at 38 weeks showed polyhydramnios, which had not been present at 33 weeks. The boy was born by uncomplicated spontaneous delivery at 38 weeks' gestation. Amniotic fluid was clear. Umbilical cord arterial pH was 7-24 and venous pH was 7 30. Apgar scores were 5, 6 , and 8 at 1, 5, and 10 minutes.
Clinical findings

The birth weight was 3490 g (50th-90th centile) and the head circumference was 34 cm (1Oth-50th centile). In the delivery room the neurological examination was striking: the infant was hypotonic and could not suck or swallow. A few hours later deep tendon reflexes were exaggerated, primitive reflexes were absent, and motor activity was diminished. Twenty two hours after birth spasticity of the legs was noted. Because of repetitive apnoea and carbon dioxide retention the child was intubated and transferred to our hospital. In our view the history and findings were typical for STL. On the sixth day of life the child was extubated; he died 30 minutes later.
Additional investigations
Cranial ultrasound on the sixth day of life was normal. Computed tomography on the fifth day showed diffuse subcortical hypodensities that were similar to case 2 (and had been proved at postmortem examination). An STL of prenatal onset has to be separated from postnatal spontaneous intrathalamic haemorrhage (which has a comparatively favourable outcome15) as well as from thalamic haemorrhages observed after severe perinatal asphyxia. 16 17 As we have been able to collect six cases within eight years, and the total number of previously reported cases is only 17, we feel that STL may be more common than previously thought. The diagnosis may be missed if the clinical signs are not recognised. Normal neuroimaging in the newborn period does not exclude the diagnosis and repeated investigations may be needed.
